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We demonstrated that galactosylceramide, the activator of NKT cells, has an antiviral
effect in HBV-Tg mice established as the experimental model for the chronic HBV infection.
We also showed that polyIC with hepatotropic properties activates innate immune response,
resulting in antiviral effect in HBV-infected chimeric mice with human livers. These
results suggest the possibility that activation of innate immune response leads to the
novel therapeutic approaches against the chronic HBV infection.

Further, we found that chronic HBV infection suppresses humoral factors from livers which
are essential for maintaining immune cells by gene expression analysis using the next
generation sequencer. This suppression of humoral factors caused the apoptosis of immune
cells in livers. This result suggests the new mechanism of the chronicity of HBV infection,
which leads to invent the new therapy.
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